Elevated serum uric acid
Dear Sir, We were very interested in the report of Modan and colleagues, which demonstrated a positive association of serum uric acid with plasma insulin response to an OGTF [1] . The authors concluded that elevated serum uric acid is a feature of hyperinsulinaemia/insulin resistance.
What remains unknown, however, is whether it is the hyperinsulinaemia per se or the insulin-resistant state that is responsible for the elevation in serum uric acid. In this regard, we recently studied 5 normal women by the hyperinsulinaemic-euglycaemic clamp technique for 12 h [2] . During the clamp mean (4-SE) serum insulin was 11.25 _+_ 1.80 nmol/1, while serum glucose was maintained at 6.414-0.28 mmol/1. During the insulin infusion serum uric acid levels progressively fell from a median (and range) value of 286 (149-381) umol/l at 0 h to 226 (125-327) lxmol/1 at 12 h (p < 0.05 by two-tailed Wilcoxon signed rank test).
Our data suggest that hyperinsulinaemia decreases serum uric acid, and that it is the insulin-resistant state which is responsible for the elevated serum uric acid levels in the study by Modan and colleagues. This explanation would also be consistent with that study's observation that newly-diagnosed diabetic patients tended to have elevated serum uric acid levels despite a reduction in sum insulin levels [1] . 
Familial diabetes mellitus
Dear Sir, In a recent issue of Diabetologia, Bodansky and Kelly [1] describe a diabetes syndrome characterised by apparent autosomal dominant inheritance, variable clinical severity, and insulinopoenia. In two newly diagnosed patients, islet cell autoantibodies were absent. As well, evidence of an autoimmune aetiopathogenesis was not supported by HLA typing as only two of the seven patients that were HLA typed carried a high risk allele for Type I (insulin-dependent) diabetes, DR4. No patient carried DR3.
We were struck by the similarity of this familial diabetes syndrome to the atypical diabetes syndrome that we have recently described in Black Americans [2] . Our patients were initially diagnosed as having Type 1 diabetes, while months to years later their dependency on insulin waned or disappeared. Our patients similarly lacked islet cell autoantibodies and high-risk Type 1 diabetes alleles, and insulin secretion as measured by C-peptide response to a mixed meal (Sustacal) was intermediate between control subjects and patients with Type 1 diabetes. Atypical diabetes in Black Americans was inherited as an autosomal dominant in at least 75% of cases. Although we have not as yet performed in vivo studies, monocyte insulin binding in our patients with atypical diabetes was not deficient.
Because these two syndromes display certain similarities in their clinical, genetic, biochemical, and immunological characteristics, we would propose that they may share a related aetiology that involves an intrinsic defect in the B cell. Future investigations may resolve this issue. We are in full agreement with Drs. Bodansky and Kelly that the current classification system is not applicable to all forms of diabetes, especially those that might be "insulin-requiting" for optimal control, but not "insulin-dependent" for prevention of ketosis or ketoacidosis.
Yours sincerely, W. E. Winter, W.J. Riley and N. K. Maclaren Diabetologia (1988) 31:128 -Letters to the Editor -Announcement
